t ter pylori with antral gastritis Ain adult patients was first reported by Warren and Marshall in 1983.1 Subsequent studies in children also demonstrated a relationship between H. pylori and gastritis. [2] [3] [4] [5] [6] [7] [8] [9] It is now clear that individuals colonized with H. pylori demonstrate antral gastritis, and eradication of H. pylori is associated with resolution of the gastritis. A causal relationship between H. pylori and peptic ulcer disease is suggested by the presence of H. pylori gastritis in most patients with duodenal ulcer disease and a marked reduction in ulcer recurrence following eradication of the organism. The association with H. pylori and gastric ulcer is less strong, but similar trends have been demonstrated. The risk of developing an ulcer in Western countries following colonization with H. pylori is about 1% per year. 10,1 1 H. pylori can be identified by culture of gastric mucosa, histologic examination of biopsy specimens, detection of urease activity, and serologic examination. Culture of H. pylari is the definitive method of diagnosis but is costly and time-consuming. Culture correlates well with the identification of H. pylori on silver stained histologic sections, but silver staining is technically diffi-cult and also expensive. Routine staining of histologic sections can identify H. pylori but may have a lower sensitivity.
H. pylori produces urease, which splits urea and led to the development of urease tests and urea breath tests. Urease tests are commercially available and have a sensitivity between 90% and 100%. The tests are performed by incubating mucosal biopsy tissue with urea and observing for evidence of urease activity. Urea breath tests are performed following the oral administration of radiolabeled urea and collecting expired breath specimens.&dquo; If organisms containing urease are present, the urea is split, releasing labeled carbon dioxide which diffuses into the bloodstream and is excreted in the expired breath. The concern over the use of radioactive labels in children has limited the use of these Hodgkin's lymphoma and mucosaassociated lymphoid tissue (MALT) lymphomas of the stomach are rare disorders that have also been associated with H. pylori colonization.ll Epidemiologic data indicate cancer occurs more frequently in populations with higher rates of H. pylori infection. Gastric cancer may evolve when chronic inflammation associated with H. pylori results in the preferential growth of intestinal (nonacidproducing) epithelium in the stomach. The subsequent reduction in acid secretion is associated with bacterial colonization of the stomach. Bacteria may then reduce nitrate to nitrite with the formation of carcinogenic nitrosamines. Alternately, chronic inflammatory cells associated with antral gastritis may lead to atrophic gastritis, which may undergo malignant change, or inflammatory cells recruited as part of the inflammatory response may generate free radicals which have carcinogenic potential. 10 The prevalence of gastric cancer may relate to the age at which H. pylori is acquired. A higher incidence of gastric cancer has been detected in Japanese Hawaiians born relatively late in family clusters. The hypothesis is that later-born children acquire H. pylori at an earlier age than first-born children because of the close contact with infected siblings.3° Eradicating MALT lymphomas has been associated with the successful treatment of H. ~aylari.
The effective eradication of H. pylori is associated with the healing of antral gastritis and duodenal ulcer. Many treatment regimens have been devised and are effective. 6,31-33 A triple antimicrobial regimen of bismuth subsalicylate, tetracycline, and metronidazole has been studied extensively and yields eradication rates as high as 90%.
Substitution of amoxicillin for tetracycline or metronidazole has similar efficacy. Treatment with omeprazole and amoxicillin is not effective in eradicating H. pylori in children. 34 Reinfection after eradication in adults is uncommon in Western countries. Reinfection in treated children is probably more common, since infected siblings may be a source of H. pylori. 10 Resistance to antimicrobials can be a cause of treatment failure. Singledrug regimens may lead to enhanced antimicrobial resistance and are discouraged.
The potential long-term adverse effect makes H. pylori a significant public health problem. If the relationship between H. pylori colonization and gastric cancer is confirmed, it increases the need for the development of noninvasive screening, costeffective eradication programs, and vaccine development.
